sion) negatively affect the lungs. In fact, respiratory dysfunction is a very common complication after cardiac surgery, with an incidence of about 25% (4) . Approximately 2-5% of these patients are at risk of developing severe postoperative lung dysfunction, which contributes to perioperative mortality. Cardiopulmonary bypass related systemic inflammatory response syndrome represents an important first hit for lung injury, and injurious (or nonprotective) ventilation may act as a second hit that worsens the lung damage. In addition, during cardiopulmonary bypass, the lungs are under-perfused, non-ventilated (lung function is carried out by an extracorporeal gas-exchanger, and the absence of lung movement clearly facilitates surgery) or under low-continuous positive airway pressure, depending on center protocols. Recently, beneficial effects of protective ventilation in cardiac surgery patients have been published. However, there is still insufficient evidence supporting specific ventilation strategies in cardiac surgery patients. In addition, the role of inspired oxygen fraction has been poorly evaluated. Oxygenation targets in intensive care units are established in order to limit oxygen toxicity (5) . In spite of this, recent trials on protective ventilation in patients undergoing surgery have not included oxygenation targets, and clear indications about the optimal oxygen inspiratory fraction during mechanical ventilation are missing. Depending on the concentration and duration of oxygen exposure, excessive production of reactive oxygen species may lead to the development of oxidative stress, damaging the lungs and distal organs. Increase in vascular resistance, reduction in cardiac output, carotid and downstream cerebral arteries vasoconstriction and decrease in coronary blood flow have all been demonstrated in healthy people, during cardiac surgery and medical emergencies involving the routine use of supplemental oxygen. In conclusion, although the protective ventilation strategy may be beneficial in a broader population with and without lung injury, the use of high tidal volume without positive end-expiratory pressure is still common during general anesthesia. The pathogenesis of postoperative pulmonary dysfunction after cardiac surgery is clearly multifactorial, and multiple strategies should be applied for its prevention. Among them, the implementation of protective ventilation strategies in these patients may play a crucial role but further trials (NCT02090205, NCT02081274) are clearly necessary since evidence is still too weak.
